Why should the role of lipids in restenosis after coronary angioplasty appear less clear than their role in restenosis after carotid endarterectomy? To begin with, the processes differ in significant respects. For example, dissection and other damage to the media are much more prominent in angioplasty than in endarterectomy and may affect lumen diameter. Also, recurrent stenosis after coronary angioplasty, if it develops, usually occurs within 6 months, whereas restenosis after carotid endarterectomy may take several years to develop to the point where functional impairment results, allowing time for lipid accumulation in the lesions to take place. Another possibility is that, because of the larger caliber of the carotid arteries than the coronaries, only the most severe carotid restenoses come to reoperation, and these may be the ones associated with the greatest lipid abnormalities.
In summary, the studies of Colyvas et a12 and Shah and Amin' add significant new information about the relation between serum lipids and arterial restenosis after carotid endarterectomy and coronary angioplasty. However, much additional work is needed to resolve the numerous discrepancies in the literature and to extend our understanding of the ways in which lipids may stimulate smooth muscle cell proliferation before a clear understanding of the role of lipids and lipoproteins in the development of vascular restenosis will emerge.
